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Abstract

Cardiac hypertrophy is a compensatory structural remodeling of the heart under pathological stim-
uli, which serves as an important preclinical lesion of cardiovascular diseases such as heart failure.
Mitochondrial dynamics refers to the process that regulates the dynamic equilibrium of mitochon-
drial fusion and fission to maintain structural and functional stability, and is crucial for energy me-
tabolism and cellular homeostasis. Imbalanced mitochondrial dynamics exists during the progres-
sion of cardiac hypertrophy, characterized by excessive mitochondrial fission and/or impaired fu-
sion. With the advantages of multi-target and multi-pathway holistic regulation, traditional Chinese
medicine (TCM) has shown promising prospects in regulating mitochondrial dynamic balance and
alleviating cardiac hypertrophy. This paper systematically reviews the molecular mechanism of mi-
tochondrial dynamics and its role in cardiac hypertrophy, summarizes the research progress of
TCM intervention, and provides theoretical basis and research ideas for the prevention and treat-
ment of cardiac hypertrophy by targeting mitochondrial dynamics with TCM.
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1. 5|15

O LB K (Cardiac Hypertrophy) £ $i <0 I 75 K A 1M1 18 51 77 27 68 61 faf ol 4 28 A 90 IR - S0 S5 B
5 A AR e 0 LT AR KR 5 A1) KB PR UAT I SR 2, DL K R 0 ) 338 |
S R L PR BT HO S B TN 2, RS R S M 0 LA B AR R S AT T AR T 1 L P A
W JE S RE I 4 9 S B R, 6 N BER B g i, R LAk R 1O LA K LA R R AT 2 g, R
St 1 B30 L WL K 0% %5 6 1 970 9 o LT AR P 00 3836 77 1 B2 E b2 — (20 4RTH, B VA FF
TR BT 42 5 R R SRR T I RT3 5 e ek L L 5 0 0 0 FUL B K P L 1 3
T F B

S A Lo LA R EERE (A% 0, T 280 730 72 (Miitochondrial Dynamics) & 45 3L I i 52 1)
KRBT . WEALR, ZRRiARBN) 775 AT OB R i R AL S L 2 — (3], DRIk, s Zehs
ThEh 1% AR R b4 B B IR e, T T O B B . i EEZE B LML K B
L BRI . AR GIMRTE LUK O LR B ZRE AR B 125 S i L, 4 G 4
KPP 245 R A R B 12 T OB K TR TR, LU R SR e 8
2. R EhhE

SRR 3 172 B AR 1 AR A 5 40 SRR MRS . SO SR, LA AR I 2 3 T
BRI IE 3 DRSNS FR (4] ZRRIMR AL TR Sh AV AL O3S, A T AR piads . (B fs AR
WS IEH AR IRE, RRAT BT S R BT, TIARARS) 7722 Re g RIS e bR TS 7R
G P9 AL 5504, 4ERFLR R DNA (mtDNA)IFAE 554 AL, 6 SERR R A . SRk 1
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BURRRIK[S], RGBT A . SRS ) AR AR AR S R 2R ARy R, XN AR A
[F] %) GTP B§(GTPase) s A XM A AR . LRkl G FEH =MEONF: I RERARIMNERIE 2R
RREEE M 1 (Mitofusin 1, Mfn1)FIZ kAR fb & 25 11 2 (Mitofusin 2, Mfn2), ARSI IERER & (A 425
45 A 1 (Optic Atrophy 1, Opal); T Z&ki A5 20 =2 3) 718 A A& A 1 (Dynamin-related Protein 1,
Drp1)/r3[6].

2.1. ZRERE

BRLAARE G TE I AH AR 2R A, I AT N IRAR SR S5 5 L 3l SIFR— MR, BIELLN
LRI SRR, IXAEAAH AR ERLAR I G PRSI A IR G, AR T HoBe mtDNA RAZE 347 AT
AL, M AERF SRR AT RE[7] [8]-

Rl A TSy ¢ R R IESAMNERE S - NIBRLE 7 o %, MHBERRSNE ) Mfa 7T
X%, TERRENEECRIRE —RIEE A, R RARSMNE R A A E. BifE GTP /KRR &,
[Fi GTPase KAEM AL, IKENAMERIFLE, FEIRAG RPN AP0 [10]. fEIMEREG 2 5, WELE
Opal FVRFSIENE TR 5 R TR E . Opal 2 ZWAEH, KA Opal (1-Opal) i SE1E P 2% P[]
TE s BT 4 450, 56 LN IS R) PRI W U 4 e S 0432 B 228 Opal (s-Opal) 5 G fla 45 & T i IR &
A, @I GTP /KBRS0 P 525 il 56 il 24 k5 (9]« B BT S b Rl & 1) B AR 43 AL 18 R 56 4= 1 B
Bt GTP FgfE Al # b i) BAR M AL [ 1], HAAH G A2 Opal {5 5@ VEANALHI[6)5, 1)
BRI
2.2. ZRFEFR

LRI I B TR A BRI AR IS A A FU AT T EORLAR IR, & B SRR A W) A 1) 3
P&, e SIS X A4y B I R Sh 2Rk B W SRR T . — 71, AR RO RE T, ARk 25
VISR T 4. TR, Drpl NS HIZRRAR 7> R ARG K & A6 T 2R [R5 FR 40 e
PAR G AR ) TR 7y B R OR B BE[12]. 53— U7, BRI 2EReN 240 AR EAE Y RAE mtDNA 1) fr
B R (R 2R AR X 24 v 23 B LR, A A 2R A MR AR IR R PR [13], X AN I R & G b 44 o B 4% ol
A% MR

BRI R T E M Drpl I3 FERRIR RN 73 245 5 )5, Drpl #5EEE 2 ARARAMIE _EIRHRR E 73 200 5
HE PR R M EAEH . X2 R F AR R AR 1 1 (Mitochondrial Fission Protein 1, Fisl).
2 ki 7 2445 [R-F-(Mlitochondrial Fission Factor, Mff). Z&¥i{Az) /18 1 51 (Mitochondrial Dynamics Proteins
of 51 kDa, Mid51)f1£ ki {45l /185 H 49 (Mitochondrial Dynamics Proteins of 49 kDa, Mid49) [14]. TE/rZ440
& Drpl AR FEIR SRR, 7E GTP KRS T I e A DI W 2Rk A SB[ 15]. Tatjana Kleele %5
(161388 3 V7% 40 0 6 73 HF AR AN 5 73 b7, A4 Bk A 73 23k — B R 73 g A Ji 23 R b e o3 P AN S AL . (E AL
JA oy Eh, VEBEAGEI Fisl FHSF UM ARLIR, FRic 2 i X IR, B85 Drpl VIEI™ £ DRk b i) 142
WL TR T ) 2RI e e SR 2 rh, A5 5 LN 2 P IR SRS 5 0 24 RO R AR mtDNA
S, 8 MIf 355 Drpl AT 02, 72 AR PR AIME R - 2R DA SCREAE W) R AR A 20 B 3G 5

3. WALIBR P H LRIk hEF
3.1. MAEARETH

IR FUESE, 2 A BRI BN Bl & 8 AR TR S Zonn ik i S 8k, s olUE Rk ES
KSR L EEH LA 22—
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FEBAN 710 KB, RIS Sk RINE S HOC2 UL AR KA R b, 2kt & 2 A 1-Opal A1
Min2 [IEK B2 T, SRR AL, FEAE R SR A I AL N BRI DR 2400 T4h T 4MR
PRI Ji7 LI i R VRS — A% T IR T IR (NADPH) AR FR BERE A5 UMK B IR W b B A I RIA K, Bt 2k ik
heg. [FFE, Luo %5[18]%:T Su5416 BXA RIS T BBk i B K RS AY, @it oA KR AT O = AL
s AR R I Opal Al Mfn2 FZIARRAS, [EIRCULAE KAR £ L Nppb. Myh7 .35 F i, 407K
b, ARAALER ) HOC2 (LU RIE 655 Opal F1 Mfn2 W5 M| 2o kifA /> 2L, /b ROS A%, AT ZE
ZLONUAEREFRE . IR L Mfn2. Opal /S BIZRRLA R G 32 4002 OB K SR LT 2 —, WE
T RIB KT B R A 9 A AR L EE A (A T TR

Zhang %519 17E BE MR 1 2 (STZ) 5 B PR /N BRASE AL b R B, 2R A PN JEE Rl & 25 1 Opal R4 2.3
BEEAEG, [ A e B o JULZH B R DR T T £ A s 7 bl 5% (140 UL i RIS BE Opal I REAICAIZ i
R IhRERRNG o HE— B HLHIBE TR B, SR 2 AT 8 i #01 cGAS-STING J&@ B « FHIT STING 5 Opal
gh4y, MM LI Opal K, fERELekifRml & . IR LRI A AL RN S, B Bt o LB R R0 B
RERRAS . ZMTFAMNIESE T Opal FIRTERE RIE MO VUAE K HIEURIER, %7/~ T cGAS-STING-Opal
AR R RS LR AR Bl A BT HLE], A SSB IT- TER E 1 R R AR

VFIE[20)7E 7 N 'S E IR 2R (1SO) T 5 1 Ao LA PR AE KA B o R 3, o LB G A £ B . 35 1 2
Rk sy 245 Ml 8 AKCE TR, BE @O0 R B SEI RS, X — N2 miR-153-3p HHEHE
i) Mfnl 1) 3°UTR XIRHA0H BT S IResiit iR, d3RIA Mfnl v 224 1SO 75 F 14k ik
Sy ZERO AR, Tk Menl W A] B 35 SR AR89 ANP Fil B-MHC FRikTh s, s 2 ki ik
3. #E—BAE 1SO R /N RO NUIE KBRS, B miR-153-3p Al¥i4% 1SO 53 1) Mfnl R, Jk/b>
KRR, R OB R SLF4EM, FHEE O IRE. X — R FISZH NI R T TN Th REVK & 42 T 3%
W, Mfnl A SRR LA BE N B R HESR FEME O UIE R RIS BERR T, ELKE Ml 5 22 b s i
ELIRTE S L) =i

3.2. Drpl NNTSHTE S

Drpl /-5 LRI FE 3 ZAEA IR B S it 2 FHLHI 2 5 OB R KBS K E.

Hasan 5[21] VA= 30K & 75 5 10 /R SR BB iy R K BRONAR AL, 4875 T Drpl 78 i I 14 O LR &
R EAESURTER - AU, = 3hiE S 1S s AT R R B OV S Drpl (3R IE A 2R A
ko, BETIAE ROS AE RIS 22, W40 1 4o 22 o R T 5 605 1R 2 (1 St ek il 11 P 4R 8 L 045 45 5 Tl %, IR
BRICERIE . OIARRAER SO 4Etl . 17K A Drpl #1177 Mdivi-1 FHUS, K BRAE M E RS2
Ma AT ER T, b ad O JUL8 B P A SO S8 4 2 ] X3RO Drpl (9 57 B0 2 v MU 5 5 LA K 1
RERIAT, HIEARMEARAE ML T iR sh /i s, HLflZ G AE T Drpl M-S HIZakifk s> 28 id ROS i
A OE 1SS T IE R

BREASIM S 855 S am g Ah, T /NS 2217ERE IR QAR AR ORI, Drpl A § HIZeRifh 7y 2k
O HREEACH 2 5 0. it BERE AN RO Drpl Rk W2 Bif, Zokifk 2
P B RORAS, RICALRAAEH 2 . BN AL, RN A O RAE K 5.0 ) §E
. LRI, Drpl iR 24400 T BE R A S8 A 45 55 1 PPARa. ACSL4. CPTI1B M5 [ 28
KR AL, FERIRR A TG RR, O EARRFRS ST 1 RH Drpl #0177 Mdivi-1 5, w]
PSS R g 7 R S A TR % R LR L 8%, SR THOIWUIR DT RR A e M, i e O LR B A B
15, SEPUXT A PRI C IR B B o i TR 2ot 73 24 5 O UG 7 B S AL AR T R 45 006, 48R T
Drp1 7E5% R O L7 Hh i 3ok 52 0 A 1 6 S 200 i e 2. 2 5 0o LA RO L A
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4. PEHTFM
4.1. h5E G

Wit e BT 2 T2 AFAE T 2 P R A T R R R iy, B PUA. ik, 25
G AT O ME R EEH . RIEZE[23]0L AnglliF T 19K BRURAC OV R AR, KA 10 umol/L
Wit B A7 72 h f5 KL, HPTEANE L1 Opal f13Rik, i p-Drpl FIBERRA/KY, A IELRikE) )%
SRAT ; [FI A A R B R T O AR I o UL MR S B VR B S A M AR, (R R s B 2EL o L4 L Y ATP
KRR ROS &R S ZRRLAAR IS FLAT T B M SRR Th RS 8 3R IX B Rz 26 ) m di ik 1 42 2 R ik
G SOy R ORIk ARS8 SRR B 7 7~ [R] I 50 e b s i 2 AR B i« 1) S A S e A3
MERRLAR Ty B85 50 7 2 A2 IR 0L DGR T, 3k [F) A HEBH T AngITis 5 (1 Co LR Kk e i A

S E G AN (STV Na) =& Ft A B B /KIS VBN ER , SR SREI 26 T M AE M AT A9, e pimniE . His
fhy Pide PimMmBERPTIT R RS 25 E/E M . Liu 2([24]0L 1SO 5 19K R AR & H9e2 LAl
YIMAE R AR, KB STVNa 1] 2 3 PR AR KL WIII IR AR, R ANP. S-MHC 250 ALIE KAr &
VI, EARAAD) 15 R R, HAe WS BN R /r 2 G 8 1 Fisl. Drpl [k, WKE Lk
REIRTEAS 5 250 SE 8, 0% 1SO Ab3 5 O JLAH A S 44 5 FELA TR FRAIC o $27% STV Na BRId i 4 kit
PRI RSN, T 1SO 55O LA I IR K

IR R RS YR I 2Bk G, BAPUEM. Pk, PURTSEEM . s
[25]7E =B T5 I H9c2 DLAE R4 I, HRFRETEEF {21 SIRT1 FEERIE, #id SIRT1 /4%
i Opal. Mfn2 (3%, N1 Drpl. Fisl [3IE, 2 IE =S EOLRRAARS) f1 28 0, it ONUIE K .
[ B 22 P B v] i 14E BNIP3L AR R4 F W LAV [F 4 RF A RIS o TRt SIRT1 26 PR U] 2 5 25 1
S5 AR FIRMER, UESEHOET SIRT PRI ZRAAS) 15 T 2 B O LAH B RE K PR S BT LR o

KT RALFSE MAT 240 PR U B ST B oy, 32 T OO LB B (YR YT, LA SCE RUE R
Pk ML A IMRCREEIYE R o Lin Z5([2615K MR 32 3 5k 4 4= AR (TAC)1F T 1 78 9747 /) BB B
ERRFR(PE)F S 10 WA MAE i B O LR R IS, RIAE QAR K, K7 FOXO3a ik
i/, SECL NI Mfnl (R SEE0GE 2R, BRI SRR AR &SR ROS B4, T8
FOm I HIH] FOXO03a BIBR AL, eI i M2k m A A% e A, AT B Mfnl 3Rk, RS LRARLE D)
BE, IO LA AR AR R AT O LE K o SR/~ AT 2546 R IB I 4 7] FOXO03a-Mfnl /i 5 (28R4 fil £ 368 % 1A 5 2%
KRN )5 Aads, FEPUREEOIIEX.

A v 25 BRARR T R AARB) Jy 2E i T T O VB K PR R BLEA 9 L35 1.

4.2. FHE T RFIH

HRHMAS ., K. AREHR, £EA RSN @REFRLIMIEHRL T AR, 1EER
M CSTBLO/A /MR, A7 R F IR Z W ONIHLF PGC-1a. PPARy. Nrfl /& Opal B, [A)
I i Drpl ERIE, $Rn ol (R gAY & SRl G . MR B R, KB BRRE) )R,
IR T IUIE R 55002 A e [27].

TR =0 TR 27RO LS R B2, B 2 AUS LA TH AL Lin Z52[2810F 50 KL, £ TAC
7SR/ RO UUIE R K Angllif § 3L RO, 7455 Mfn2. Opal Fik[£{EA p-DRPI
(Ser616) 57 i F+ LR RIAREH 12 R R o« B8 - = LX) B Lid A tk, B LRk & 54
KRBT BeAh, WEFEIE R I Z 2% PE 6] TGF-B1/Smad3 @B HUHGE, T I 4ELH SSHEbR
COL1A1 5 COL3Al ik, i/ CHLRIFEDIRR, 1342 O A AR AL R 55 18] 5T 21 4EAL .
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Table 1. Mechanisms of traditional Chinese medicine monomers in regulating mitochondrial dynamics for the treatment of
cardiac hypertrophy
F 1. PHBRET SRR D FIRTIOAAE XS

AR BERY TE /A 5 BRI B 775 SR
- %FH%%%ﬁﬁERMM% Opal. p-Dipl %gygggg,mﬁﬁﬁm[B]
B };@0 fj’;ﬁzﬂ?ﬂ?ﬁﬁ@m% ?1;11‘\ %rgxczrdxz/ROS/ Z\S%I% Drpl ], il e rifaid & [24]
iz TACHSIDIILIAE. oy oz, M Menlt, SRR AR ATIR 26

PE 75 AR SRR AC LA
PSRN 1< N wh . N5 o7l A AN 11/

PUef a0 7 e TIRBEHEZIGRIGIT T KB ORI AL T, MER. JHik. 5880, R, &2, O
R IRE, A, FE&. FA. INEL F2AL Ak, HARA. T, 352 $hak29]. #F7EREL
EZEHE FIRRWNE)E T HOc2 Lo UL B AE KA A  7 75 p-DRP1 (Ser616)8 HFKIA W% i, 2 &l
J7 F-Tn] i DRP1 ) Ser616 A BRIk,  [R]IN SCE 2R M EE M8 105« FHs BRI lahr, Pk 2k
R IhRE, M R SE 0 LT M AE K AE I [307.

ESha kL, JE4 S A0RIRIKTT, & EARERBE GBI O 1 |G IR G, fERY 0T
B FHO = BT A RAFRIT K31 Jin 25321383 TAC i SR/ R0 ST M 12 Angllifs S (1)
FU RO U AR KB, BRBZ 7 e IR R AL G DI Re A 2 RIE RS ARSI, KS
PRLTRRL ] B 40 Fisl. Mff (I3RIE, T DrplSer616 A7 SBEERGAKT, H0klit 2 R i
PINK1Ser228 i1t % PARKIN. LC3B ik, K p62 /KT, VKEZMALRIR F M. HLFIIRIERH,
RS4RI 4% CaMKIIS-Drpl-PINK1 15 55, WhRZkifk s 25 B, it KIESLOIL
JEK 50 32 R E A

DA T 2552 7 BRI T SR 3l 77 36 77 O UIE R /R FALHE 49 W35 2.

Table 2. Mechanisms of traditional Chinese medicine compound formulas and preparations in regulating mitochondrial dy-
namics for the treatment of cardiac hypertrophy

2. PHEHREIFIETZRER NF AT OABEREIHE

U ‘ I %
e et 5 L 5 X 3 R i

SR I 18 W) B e g
HA 2 (18 )1 PGC-la. PPARy. Nrfl. Opal. Opal?. Drpl|, VKEZERifEmL4

2] 87 C57BL6/J /N D-F-FLH pals i 7]
%5 Hoc2 LA Drpl 4y LT
TAC FAE S 10N ES

sepe - = DB AngllE S HFLRR COLIAL. COL3AL. Opal~ 6001 Mfadt, p-Dipl(Ser616)). o8]

RN, Angll 751y 52 PP (01O TOF yeg gy - 20
FLREM O e e PP

p-Drpl (Ser616)|, #NfilL A it

P05 NE % SH HOc2 LA p-Drpl (Ser616) 5
I

[30]

P
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gk

5o M A R ‘
R ?ﬁléﬁlﬁéﬁ?igggﬁﬁg CaMKII3-Drpl-PINK1 . Mff. Fiss Mff. p-Drpl (Ser616)], #rii (2]
i T 7 Fisl. PARKIN. LC3B. p62  Z&Rifdsr%L 52014 [ W F 1l

FE /N Y
e 1R B, el | ORI M.

5. Wt ESMEBILSENEFNEFE R OHIBREE R

BN, DMK, TSNS, HIRE S RO, O R, E A A
J, SRR CONE IR I B SRR DD e . OVLIE AR Hh B2 2 v (K A% Co i LTS 9 R LS, B
TREMGAI AT, MATIRW TR, FI N PR 0, HA RECLIESS R S T RE IR .

MR A FERT DI RERFIE S o R I RE A R EE 3 o 2o i i S AL PR 1
PP ATP, DRI . &7 3K R S DR PR s fe e |, RIER P EA MR, ERM. M5
FIIRE SRR AR AR . DR TEiE R O UL Lok A e AR RS, ATP 25782, 4HfRshfedE
FF R TERLARL & REERF IR 2% 52 %, DRI mtDNA F80E 5 IR AL 41, 240 m RO e R 45
Beht. AL ERTHAE TN WK - = BN B RA R A TR LT H R REE
BERLR RSB LR A R s, R s e B RCR, R OE “R7 2.

SR L, BT BUIR, LR R AR N S B o i ), SEdE; ATIR, U
PR, RTRTE, AR, B0, ONUIERRRE T, SRLARE) ) 25 S i) AL 7 2 0 H
FAARIAR AL . LMK 7 B B, SRR AL e AL, KT RE SR I T ORI AR HERA T4l A
ANRE SN AR I BRIE BR, TR “h 7 o XSRS RLA AL B B ATP &R AE B, KRR
JLROS, SIREMNE, FE S5 55 E R st OV IE . X —d RSP “ R
Bopts DORAEAR” MR & o ASCEIRI 25 R A TG AL DAL, AE5 1 2 T L RE i £k
PR R 2 (et S0 AR AT B LAVR SR B A2, B S AR i

6. REESRE

LA 2 oo M8 P it e o SE B BV E SR, RO R AT 4 7 dH . 2 TR FERESK
LR R B T RE R B R (1) 73 2 55 5 B0 T BSUR BR A 31 g 27 SR A e WUIE R A A R e 1) B B2 - S
PR LG Rl SR 2o A 3 7 0 Fe T Tl 78 B B2 R o AR SCIA IR BAL A SCHR R I, P B 24 ml i 22 4 A
VAT ERAR SN 1P, RSO ALE KRR -

AR BRI TT TR A MR 5 B 0, (HARTHERAMEEE 2 AR — R TR
AR, RIEHY ST ZAXNEZ; —RIAU RS A N E, IRIERRZ; =2/FH
HL 2 15 B AR R B0 SR T, PR 25 IR A OAS 0 70 T LRI U5 fr iR N o 5838 BRI TR, 54 B)
T ARG R AR J1 AR QWU R BRI, D9 IE R G CULIE RS2 O RS HE . WIATHIh EE 2y

T IR 5 97 S
M hoE AR

AL 1F 5 1 75 WAL R Bl o
SE 3wk
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